Anteroposterior radiograph of pelvis after removal of infected total hip replacement. There is a sinus in the proximal epiphysis and metaphysis of the right femur with cortical destruction.
A man aged sixty-nine was referred with a loose, infected, total hip replacement. 4 years earlier he had received a right cemented total hip replacement for an intracapsular fracture of the femoral neck. After a year, this had become loose, necessitating revision, at which time microbiological cultures were negative. Two years later he fell and sustained a periprosthetic fracture, which was managed with an acetabular allograft and an uncemented Wagner femoral prosthesis. The prosthesis dislocated soon after operation and a sinus developed three months later ( Figure  1 ). After the ®rst part of a two-stage procedure, multiple tissue samples were sent for culture and Pasteurella multocida was the only organism identi®ed (in enrichment cultures from femoral canal and acetabular specimens). Infections with this organism are usually caused by animal bites or scratches, but the patient strongly denied any such injuries. He did, however, indicate that his pet dog, a sheltie, had shared his bed both before and after his operations, sleeping under the covers on the side of the affected leg, as it had done every night for the past ten years.
COMMENT
When a total hip replacement becomes infected, de®nitive organism identi®cation is important to management but is often dif®cult. P. multocida is a small bipolar Gram-negative coccobacillus carried in the oropharynx of a range of wild and domestic animals. When human beings become infected, cats are the source in 60±80%, dogs in most of the remainder. Local infections are characterized by the rapid onset of warmth and erythema 2,3 ; serious local complications include septic arthritis and osteomyelitis, commonly in the hand. There are only two recorded cases of P. multocida transmission to man by dog lick 2, 4 .
How might this patient have acquired his infection? P. multocida could have been a skin commensal at the time of one or more of his operations, because of the prolonged contact with his dog at night. Despite preoperative skin preparation it might then have been inoculated directly into his deep tissue. Another possible route was bone allograft, which has been associated with bacterial infection in 1.2% of recipients 5 . The bone tissue for allografts originates mainly from femoral heads obtained at primary hip replacement and cadaver material. P. multocida has not been reported as a bacterial contaminant of bone allograft and this route of transmission is highly unlikely.
Haematogenous spread from a small injury, seeding to the total hip replacement postoperatively, is another possibility. Although the patient had no recollection of a bite from his dog, a scratch might have been suf®cient inoculation.
The organism might have reached the joint cavity postoperatively by retrograde passage from the wound, having been present as a commensal or acquired through a dog lick when the patient returned to his canine sleeping partner. Finally, it might have been a secondary infection, gaining access to the deep fascia via the open sinus produced by another organism such as Staphylococcus aureus. Whatever the mechanism, this case illustrates the importance of involving patients actively in their postoperative wound care. Facial pain due to compression or irritation of the trigeminal nerve can mimic true trigeminal neuralgia. The possible causes are many.
CASE HISTORY
A woman aged 52 was referred to an ear, nose and throat department with a two-month history of pain over the left cheek and side of the nose. She had no other symptoms of note except for some nasal blockage. Left maxillary sinusitis was diagnosed, a left intranasal antrostomy was performed and the pain disappeared. However, two months later she was complaining bitterly of pain over the left temple and zygomatic arch. Over the next eight months the pain returned to the left cheek and side of the nose. It¯uctuated, becoming more severe over a few days and then gradually decreasing, but never disappearing completely. She had no other symptoms and cranial nerve testing showed no abnormalities.
Although the pain was not typical of trigeminal neuralgia she was treated with carbamazepine. Her pain remained intractable. A magnetic resonance scan of the head was performed and, fortuitously, the most posterior coronal slices revealed a vascular abnormality within the left cavernous sinus. Angiography showed this to be a giant (2.5 cm) aneurysm arising from the posterior communicating artery and extending into the left cavernous sinus. At craniotomy, the aneurysm was clipped and aspirated and she immediately became pain-free. 5 years later there has been no recurrence.
COMMENT
The distinction between atypical facial pain and trigeminal neuralgia is not always clear. True trigeminal neuralgia is characterized by recurrent brief but intense spasms that may include more than one division of the trigeminal nerve. It can occur at any age and in either sex but is most frequently seen in women aged 50±60 years 1 . Often a trigger point can be localized and the patient will vigorously resist attempts to elicit the pain. Whilst our patient's pain was not typical of trigeminal neuralgia (being permanent) its episodic increase in intensity was suggestive.
Trigeminal neuralgia can arise from neurological diseases such as multiple sclerosis and vascular disorders such as cross compression. It can also be mimicked by nasopharyngeal tumours, dental abscesses and temporomandibular joint dysfunction. Facial pain in patients with intracranial aneurysms is sometimes associated with other cranial nerve palsies. An expanding posterior communicating artery aneurysm is a well-documented neurosurgical syndrome, causing facial pain and an oculomotor nerve palsy. Treatment by clipping and aspiration is reported to give relief 2 . An occasional patient is unsuitable for craniotomy and clipping because of a severe intercurrent medical condition and percutaneous trigeminal rhizotomy has then given impressive results 3 ; this treatment, however, should be regarded as palliative. Cranial nerve palsy may also be seen in patients with an intracranial internal carotid artery aneurysm, arising from pressure on the nerve as it passes through the cavernous sinus 4, 5 . Posterior circulation aneurysms have caused progressive motor weakness by compressing the brainstem 6 .
The symptoms of facial pain in our patient stopped immediately after clipping and aspiration of the aneurysm. We cannot say why a posterior communicating artery aneurysm should affect only the maxillary division of the trigeminal nerve whilst sparing the upper and lower divisions. In an earlier reported case of facial neuralgia with aneurysm of the posterior communicating artery the maxillary division was the only division of this nerve involved, although there were other cranial nerve palsies 2 . Why should clipping of the aneurysm put an end to the pain? A possible explanation is that, by stopping the
